dendritic branching and loss of dendritic spines in Rett patients. Therefore the study of BDNF promoter-IV may help us to understand the etiology and pathogenesis of Rett syndrome. Recently, Greenburg and Lu group have generated the promoter-IV specific knock-in (KIV -/-) mice. This mice has never been used to understand shared mechanisms of rett and autism. In this study, we present evidence that the KIV -/-mice share the cellular and behaviour deficits seen in rett and autism models, which includes:1) reduced distal dendritic branching and spine density in glutamatergic neurons; 2) loss of inhibitory synapses in glutamatergic neurons, thus leading to disinhibition in cortex; 3) lack of circuits plasticity in response to sensory deprivation or stimulation. Despite these deficits, the KIV -/-mice appeared to develop 'normally': 1) they have normal brain cytoarchitechnotinic structure and normal cell density in both glutamatergic and GABAergic cells in the cerebral cortex; 2) they have normal locomotion behaviour and can survive in complex environment and mild stress during 2nd-4th postnatal weeks. However, careful study of their behaviour revels that the mice exhibited deficits in social interaction tests.
1) The cellular and behaviour deficits of the KIV -/-mice were very similar to those in Rett and autism models, 2) future studies is necessary to further differentiate differences and similarities between KIV -/-and MECP2-null mice.
Figs. 1 and 2
Psychiatric disorders such as schizophrenia and autism are characterised by cellular disorganisation and dysconnectivity across the brain and can be caused by mutations in genes that control neurodevelopmental processes. To examine how neurodevelopmental defects can affect brain function and behaviour, we have investigated the consequences of mutation of one such gene, Semaphorin-6A, on connectivity, behaviour and physiology in mice. These analyses reveal a spectrum of widespread but subtle anatomical defects in Sema6A mutants, notably in limbic and cortical cellular organisation, lamination and connectivity. These mutants display concomitant alterations in the electroencephalogram and hyper-exploratory behaviour, both of which are characteristic of 
